Introduction
of guanosine. As a consequence, A to I editing is able to recode 43 aminoacid sequences [2] , to alter splice sites [3] , create miRNA 44 binding sites and change the specificity of miRNAs themselves [4] . specificity [5] . Instead, their specificity is determined primarily by the secondary structure of the RNA substrate [6] . While ADARs 49 modify a perfect RNA duplex in a promiscuous manner leading 50 up to 50% of modified adenosines, the modification can be highly 51 specific towards complex RNA structures containing bulges and 52 internal loops [6] .
53
The discovery that this RNA modification leads to functionally 54 critical aminoacid changes in vertebrate neurotransmitter recep-
55
tors like the GluR-2, GluR-5 and -6 subunits of AMPA receptors, 56 the Serotonin-2C (reviewed in [2, 7] ) and the ␥-amino butyric acid
57
(GABA) receptors [8] as well as in invertebrate chloride channel 58 subunits [9] , nicotinic acetylcholine receptor (nAChR) subunits [10] 59 and several other proteins involved in fast synaptic transmission 60 [11], led to the notion that the primary role of A to I RNA edit- 61 ing is to provide the much needed diversity in the proteome of 62 the animal central nervous system (CNS there is an ongoing debate on this matter.
160
The mechanism through which ADAR1 exerts control over all highly conserved among Zalpha domains (Fig. 1B) . Tyr177 forms inhibitor of interferon response E3L (Fig. 1A) . 
